pressure 40-50 mmHg on ultrasonography. Further evaluation will reveal whether the pulmonary hypertension is resolving or not. Quality of life has improved for the entire family. COMMENT 
Probably, this child's airways obstruction was not recognized sufficiently early to prevent complications; alternatively, it may not have been thought severe enough to cause that degree of pulmonary hypertension.
Stebbens et al.1 described a cohort of 32 children with Down's syndrome of whom 31% showed evidence of sleeprelated airway obstruction. Southall Facial nerve palsy is both cosmetically distressing and functionally disabling. The commonest aetiology is idiopathic Bell's palsy. Facial paralysis in a multiple trauma setting is uncommon. We report such a case.
CASE HISTORY
A 23-year-old woman was airlifted to London 10 days after a major road traffic accident in Barbados. She was unconscious for the first 6 hours after the accident. Her main injury was a compound fracture of the right tibia which was debrided and fixed with an external fixator on day one. Right-sided facial weakness developed on the second day. She was unable to close her right eye completely and was left with an expressionless right face London there was no cerebrospinal fluid (CSF) otorrhoea or rhinorrhoea but otoscopy showed a right middle ear effusion suggestive of previous CSF leak. Nystagmus was not elicited. A pure tone audiogram showed a right conductive deafness of 20 dB at low frequencies. Axial computed tomography (CT) confirmed a longitudinal fracture of the petrous part of the right temporal bone (Figure 2 ). Evoked electromyography (EEMG) at week 2 showed an 85% reduction in the facial nerve evoked action potential on the right compared with the left, compatible with a moderately severe axonotmesis of the right facial nerve.
She received a brief course of intravenous steroids which was stopped on day ten after the injury in view of the heavy contamination of the tibial wound. She was left with mild facial dysfunction (H&B grade 2) at the eighth month. There was slight facial weakness and noticeable asymmetry with volitional or spontaneous movement. COMMENT Facial nerve function should form part of the initial assessment of all cases of severe head injury. Facial paralysis in a comatose patient can be subtle. Facial nerve damage must be excluded in all proven fractures of the petrous temporal bone on CT scan. Cranial nerve function should be examined as soon as the patient regains consciousness. In an unconscious patient a magnetic coil can be placed over the scalp to stimulate the nerve proximal to the intratemporal lesion2. Therefore magnetic stimulation allows an earlier evaluation of the facial nerve than EEMG which is used to stimulate the extratemporal nerve and can only register changes after pronounced neuronal degeneration.
Management of facial palsy after temporal bone fracture is facilitated by early recognition. In cases of incomplete or delayed onset as in our patient, non-surgical treatment is recommended3 and many clinicians give steroids empirically. Scrupulous eye care is needed to avoid corneal ulcerations. The options are eye drops, gold weight implantation or tarsorrhaphy.
Facial nerve disruption is most likely in patients who experience an immediate onset of complete facial paralysis, loss of electrical response by the fifth day, and marked disruption of temporal bone fragments on CT scan. Such patients should undergo exploratory surgery. The intratemporal portion of the facial nerve can be exposed by a middle cranial fossa approach4. The procedure consists of freshening the proximal and distal ends of the nerve and placing an interposition graft without sutures. Excellent results have been obtained when this technique is employed within 30 days after the injury, before fibrosis and distortion of structures begins.
EEMG is highly specific in predicting the outcome of facial nerve palsy. When the amplitude of the evoked action potentials ranged from 51% to 95% of normal, 97% of the patients achieved complete functional recovery (H&B grade 1) within two months. When the evoked action potential was below 51% of normal, the prognosis for recovery was considerably worse5'6.
